INTRODUCTION

59
Varicella zoster virus (VZV) is a common, neurotropic DNA alphaherpesvirus that 60 causes varicella (chickenpox) upon primary infection, after which virus becomes latent 61 in ganglionic neurons along the entire neuraxis (1-6). With a decline in VZV-specific 
MATERIALS AND METHODS
VZV-mediated downregulation of PD-L1 and MHC-1 expression in primary HFLs
161
HBVAFs, and HPNCs. In 6 independent experiments, PD-L1 mean fluorescence bystander cells (P = 0.02 and P = 0.008, respectively). .98-fold increase in such expression (P < 0.01) (Fig. 4A) . VZV-infected HBVAFs and HBVAFs and HPNCs were analyzed by dual immunofluorescence using a rabbit anti-
219
PD-L1 antibody and a mouse anti-VZV gE antibody. Mock-infected HFLs, HBVAFs and
220
HPNCs expressed PD-L1 (green) but not VZV gE (red) (Fig. 5A, rows 1, 3 TNFα and HPNCs treated with IFNγ for 24 hours before analysis (Fig. 5B, column 1) .
225
Negative controls were provided by omission of primary antibody (Fig. 5B , column 2). with results normalized to RPL-13a followed by delta-delta CT analysis. 
